following the activation of caspase-1 [1] .
Takeshi Ichinohe and colleagues
previously demonstrated that the role of the NLRP3 inflammasome in innate recognition of influenza virus, in which the influenza virus proton-selective ion The NLRP3 inflammasome has been extensively characterized so far. Many lines of evidence suggest that viral RNA and DNA are capable of activating the NLRP3 inflammasome. The addition of a TLR ligand and ATP/ions/ROS simultaneously provides sufficient signaling cues to activate the inflammasome and produce robust amounts of active IL-1β. channel M2 protein, but not viral RNA, is required [2] .Their findings reveal a [3] .
On Aug 9, 2012 the research paper:
"Encephalomyocarditis Virus Viroporin 2B Activates NLRP3 Inflammasome" was online published in the journal of PLoS Pathog [4] . Takeshi HCV [5] and EBV [6] . However, nothing is known on inflammasome activation in relation to the oncoviruses HPV16, which also encodes a viroporin [7] . Future study of the exact mechanisms by which NLRP3 detects viruses and thereby affects pathogenesis will provide us with a better understanding of viral diseases to design effective inter--ventions and treatments for the prevention of infectious diseases.
